Activation of cellular oncogenes plays a major role in the pathogenesis of malignant neoplasias. Three mechanisms have been described by which oncogenes can be activated; these include somatic point mutations in the oncogene itself, somatic DNA rearrangements and gene amplification (Bishop, 1987) .
Recently, a novel oncogene, the tropomyosin-receptorkinase (trk) oncogene or oncD was isolated from a human colonic carcinoma (Martin-Zanca et al., 1986; Pulciani et al., 1982) . Molecular studies showed that the trk-oncogene is generated by a somatic DNA rearrangement adjoining a truncated non-muscle tropomyosin locus and a tyrosinespecific protein kinase locus. This gene rearrangement was detected as a novel band by DNA probes hybridising to the breakpoints of the joined loci. Since this novel band was present only in tumour DNA but not in DNA from normal colonic mucosa it seems likely that the trk-oncogene was generated during the development of this particular carcinoma rather than being an inherited genetic abnormality. DNA was extracted from peripheral blood and bone marrow as described (Maniatis et al., 1982 filters (Southern, 1975) . The filters were hybridised to a probe derived from the kinase domain of opVcD cDNA, a 1.2kb Ball-EcoRI insert of pDM10-1 (obtained from the American Type Culture Collection, Rockville, Maryland, USA, deposited by Martin-Zanca et al., 1986) which was 32P-labelled as described by Feinberg and Vogelstein (1983) .
After hybridisation, the filters were washed under stringent conditions (Old & Higgs, 1983) and autoradiographed at -70°C with intensifying screens for 3-7 days.
Hybridisation of the pDM10-1 probe with DNA from all 67 cancer patients, the 4 colonic adenomas, the 4 cases of Crohn's disease and from the normal controls (Table I) revealed the normal 14kb and 2.3 kb BamHI DNA fragments and the normal 23kb EcoRI DNA fragment as described in the original report. A novel rearranged 7kb BamHI DNA fragment was originally found in a single case of colonic cancer (Martin-Zanca et al., 1986) . However, in none of our cases was this particular rearranged band or any other rearrangement seen on autoradiography, despite the use of an additional restriction enzyme (EcoRI). Overexposure of the autoradiographs with respect to the normal fragments failed to show any faint rearranged bands which might have been missed after 2-3 days exposure. Figure 1 shows a representative autoradiograph.
The trk oncogene was originally identified as a transforming gene present in a human colonic carcinoma and was shown by molecular analysis to be generated by a somatic gene rearrangement involving a tropomyosin locus and a tyrosine-specific kinase locus. Gene probes which recognise sequences within the breakpoints of the two loci permitted the detection of this rearrangement by DNA analysis. The fact that it was found only in the tumour DNA MartinZanca et al. (1986) . Activation of oncogenes by somatic DNA rearrangement appears to be rare in human carcinomas. For example, only 4% of human breast carcinomas showed a rearranged c-myc oncogene (Escot et al., 1986) and no evidence of rearrangements of c-myc, N-myc, K-ras, N-ras and fos oncogenes was found in a series of colonic cancers reported by Alexander et al. (1986) . As reported here, activation of the trk oncogene by genetic rearrangement seems to be uncommon in gastrointestinal carcinomas. It would appear that other mechanisms of oncogene activation predominate in these cancers. Somatic point mutations of ras genes (particularly c-Ki-ras genes) have been detected in 40% of colorectal carcinomas (Bos et al., 1987; Forrester et al., 1987) . Amplification of the c-erbB-2 oncogene, an oncogene resembling part of the gene encoding domains of the receptor for epithelial growth factor, has been exclusively found in human adenocarcinomas including carcinomas of the stomach (Yokota et al., 1986a) . Similarly, amplification of c-myc has been described in colonic cancer, especially in advanced tumour stages (Alexander et al., 1986; Yokota et al., 1986b) .
In contrast, somatic rearrangements of oncogenes occur more commonly in lymphomas and leukaemias. For example, rearrangements of the c-myc oncogene involving a reciprocal chromosomal translocation with the immunoglobulin gene loci are found in 100% of sporadic Burkitt lymphomas (Pelicci et al., 1986) . It is not clear as to why lymphomas and leukaemias should show an apparently higher frequency of oncogene activation by somatic DNA rearrangements than carcinomas. Further studies are needed to establish whether this is a consistent difference between haematological neoplasias and carcinomas.
